The author replies: To the Editor:
I am indeed pleased that the observations of Asseman et al. using a technique for sinus node recordings comparable to the one described in our paper' confirm the viewpoint expressed by us that recording of sinus node electrograms (SNEs) is useful in analyzing the relative contributions of changes in sinus node automaticity and sinoatrial (SA) conduction during overdrive pacing for estimation of sinus node recovery time (SNRT).
Their finding of the absence of overdrive suppression as a result of complete SA block ( fig. 1 ) in 11 patients with sick sinus syndrome and corrected SNRT of over 1000 msec is most interesting. However, the possibility exists that in these patients there was no sinus penetration during pacing as a result of SA block. It would be interesting to know the basal SA conduction time on the SNE in these patients. Although I have not seen complete SA block on overdrive pacing as demonstrated in their figure 1, nonetheless our recent studies2 have shown that SNRT (as currently defined) when assessed on the SNE reflects both automaticity and SA conduction. This is due to significant depression of SA conduction for the first postpacing beat as a result of overdrive pacing. Exercise Hemodynamic Effects of Captopril
To the Editor:
The article by Kugler et al. on the exercise hemodynamic effects of captopril (Circulation 66: 1256, 1982) falls short in answering the questions, "Where does the flow go when vasodilators increase cardiac output?" and "What does the flow do when it arrives at metabolically active tissue?" There are two reasons for these shortcomings. First, captopril hardly increased exercise cardiac output, and therefore could not be expected to change exercise metabolism. In fact, even though the authors report a small increase in thermodilution cardiac output during exercise, I have calculated from their data that Fick output during exercise did not increase (137 ml/min-kg at control and 136 ml/mm-kg during captopril, p > 0.20). Since the authors now have the availability of both methods, they should carefully examine their laboratory procedures. Second, evaluation of their data on oxygen difference across the leg requires knowing limb blood flow as well. For example, exercising leg oxygen consumption might have increased at the same oxygen difference if flow increased. Perhaps the most interesting aspect of captopril hemodynamics is that despite the negligible improvement in short-term exercise hemodynamics, there is frequently improvement in long-term exercise performance. We appreciate the concern of Dr. Rubin regarding our methodology; however, in the Methods section of a previous paper, we reported an excellent correlation (r = 0.96, n = 48) between measurement of cardiac output by thermodilution technique and by Fick principle during exercise. We congratulate Dr. Rubin for expanding our findings into a full paper.2
The cardiac outputs calculated by Dr. Rubin from our data are incorrect. Indeed, according to the Fick principle, cardiac output is obtained by dividing 02 consumption by arteriovenous 02 difference and not by multiplying them as Dr. Rubin has done.
Concerning his second problem, Dr. Rubin fails to recognize that if oxygen consumption in the exercising limbs had been significantly increased by captopril therapy, exercise capacity would have been improved. Inversely, since exercise capacity was not increased, and femoral arteriovenous oxygen difference was not changed, we can assume that limb blood flow was not increased. Finally, concerning the effects of long-term therapy with captopril, we refer Dr. Rubin to our previous reports.3 4 We hope these clarifications will help Dr. Rubin in better comprehending our paper. We also encourage him to thoroughly review the literature concerning therapy with captopril in patients with heart failure.
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Bronx, New York echocardiographic potential for detecting blood stasis in the left ventricle of patients suffering from ischemic cardiopathy. These authors also provide us with the pathophysiologic hypothesis that intend to justify the images shown. We have observed, in two patients, images similar to those reported by Mikell and co-workers, but the pattern of stasis was localized in the left atrium.2 In both cases, the patients had aneurysms of the left atrium (12 and 15 cm diameter in the long-axis view), revealing echoes inside that moved in a slow, circular fashion and showed a dynamic variation in shape. Our cases suffered from severe, long-standing mitral stenosis (ages 65 and 76 years, respectively). One of these patients was operated upon and no atrial thrombi could be found. Our data confirm the findings of Mikell et al. and demonstrate that their views can also be obtained not only in the left ventricle, but also wherever blood stasis is produced. In our patients, severe mitral stenosis associated with important atrial dilatation seemed to induce slow blood flux, conditions under which blood may become more echogenic. Finally, we agree with the reviews of Mikell and co-workers, that blood stasis can be mistaken for thrombosis when the echo pattern is relatively intense. MIGUEL A. GARCfA-FERNANDEZ, M.D. MAR MORENO, M.D. FERMIN BANUELOS, M.D. Servicio de Cardiologfa No invasiva Escuela Nacional de Enfermedades del Torax Ciudad Universitaria Madrid, Spain
